Primary hyperparathyroidism is a rare disease in children and by 1970 only 43 cases had been reported.1 Familial hyperparathyroidism is also uncommon and when it occurs usually forms part of the pluriglandular syndrome. It can however be an isolated disorder,2 and we describe 2 such cases, a mother and her son, who each had only a single parathyroid adenoma.
Case 1
A 12-year-old boy gave a 6-week history of dyspepsia and poor appetite. Although rather thin, he looked well, but was tender in the right hypochondrium. Barium meal examination confirmed that he had a duodenal ulcer. After treatment with antacids his pain resolved and he rapidly gained weight. There was no family history of peptic ulceration. A blood sample taken at his first hospital visit showed a high serum Ca: this subsequently ranged from 2-74 to 3 0 mmol/l (10 96 to 12-0 mg/100 ml). He was given 120 mg hydrocortisone daily for 10 days and the serum Ca levels did not fall, being 2 71 numol/l (10-8 mg/100 ml) on day 8, 2-72 mmol/l (10 9 mg/100 ml) on day 9, and 2*71 mmol/l (10.8 mg/100 ml) on day 10. The plasma phosphate, urea, albumin, alkaline phosphatase parathormone, cortisol, thyroxin, gastrin, fasting glucose, and insulin were all normal (Table) . Radiologically Histological examination of the tumour from both mother and son showed a typical parathyroid chief-cell adenoma.
Discussion
The boy is interesting in two respects. He had primary hyperparathyroidism and a peptic ulcer which in children is a rare combination: Bjernulf et al.1 mentioned only 2 similar cases. In addition, it is unusual for a child with hyperparathyroidism to have no bone or renal involvement. 3 The mother originally denied any symptoms, but early diagnosis before bony or renal complications had occurred was made when the serum Ca was measured in the child's close family. We consider that this should be done routinely in childhood hyperparathyroidism.
In neither patient was there any evidence of associated endocrine disturbance. This appears to be a further example of familial isolated hyperparathyroidism, which is rare and is said to be inherited as an autosomal dominant trait. 2 In familial hyperparathyroidism generalised hyperplasia of the parathyroid glands is usually found.4 It is interesting that both our patients had a single parathyroid adenoma, which is the usual finding in childhood.5
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